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ABSTRACT Objective: To evaluate the efficacy of clopidogrel in the treatment of ischemic stroke and its effect on the platelet ac-
tivity and serum inflammatory factor levels. Methods: 150 patients with ischemic stroke who were treated from August 2016 to August
2018 in our hospital were divided into control groups (83 cases) and research group (67 cases) according to the order of admission. The
control group was treated with conventional therapy, and the research group was treated with clopidogrel on the basis of control group.
Then the clinical efficacy, changes of platelet activity index, serum hypersensitive c-reactive protein (hs-CRP), interleukin-6 (IL-6), tumor
necrosis factor-a(TNF-a) levels, National Institutes Health Stroke Scale (NIHSS) and the activity of daily living (ADL) scores before and
after treatment and the poor reaction occurrence were compared between two groups. Results: After treatment, the total effective rate in
the research group was significant higher than that in the control group (91.04% vs. 78.31%, P<0.05). The platelet aggregation rate,
platelet adhesion rate, p-selectin, hs-CRP, IL-6, TNF-a and NIHSS scores in both groups were significantly decreased after treatment
compared with those before treatment,the above indexes in the research group were significantly lower than those in the control group,
the ADL scores of both groups were significantly higher than those before treatment, which were significantly higher in the research
group than those of the control group (P<0.05). There was no statistically significant difference in the total incidence of adverse reactions
between the two groups during treatment (P>0.05). Conclusion: The effect of clopidogrel on ischemic stroke is obviously better than that
of conventional treatment, it can effectively inhibit the activity of platelets, reduce the level of inflammatory factors, and improve the neu-
rological function and daily life ability of patients.
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Table 1 Comparison of the clinical efficacy between the two groups [case (%)]

Groups n Basic recovery  Significant progress Progress Ineffective Total effective rate
Control group 83 24(28.91) 31(37.35) 10(12.05) 18(21.69) 65(78.31)
Research group 67 30(44.78) 25(37.31) 6(8.96) 6(8.96) 61(91.04)"

Note: Compared with the control group, “P<0.05.

2.2 WEBTr G M/MEEEERE EE R
IR, AL/ R AE SR /MR BRI R P PR R AL
ZES G X (P>0.05); 3677 5 , PRZHL L/ MR AR it /)

MG B R P B A BRI R T R, EAFRdl Ll FIebs
Y58 AT X BE4H (P<0.05), WL3& 2,

R 2 WAETTRIE IL/IMEE AR LR Gt 5)

Table 2 Comparison of platelet activity before and after treatment between the two groups(xt s)

) Platelet aggregation Platelet adhesion rate .
Groups n Time P-selectin(ng/mL)
rate(%) (%)

Before treatment 75.14% 8.04 86.35+ 11.09 13.73+ 1.83
Control group 83

After treatment 4528+ 7.054 65.50% 8.64* 10.85+ 1.414

Before treatment 72.59% 9.85 83.06+ 13.28 1321+ 1.30
Research group 67

After treatment 39.55+ 5.424% 50.10% 6.734% 8.31% 1.064%

Note: Compared with the control group, “P<0.05; Compared with the same group before treatment, *P<0.05.
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Table 3 Comparison of level of Inflammatory factor before and after treatment between the two groups(xt s)

Groups n Time hs-CRP(mg/L) IL-6(png/L) TNF-a(ng/L)
Before treatment 6.87+ 0.95 1891+ 2.43 35.12+ 3.21

Control group 83
After treatment 3.51% 0.444 11.26% 1.684 13.28+ 1.604
Before treatment 7.11% 0.86 19.67+ 2.87 34.09+ 3.69

Research group 67
After treatment 2.96+ 0.314% 8.15% 1.204 8.10% 1.154

Note: Compared with the control group, “P<0.05; Compared with the same group before treatment, 4P<0.05.
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Table 4 Comparison of NIHSS and ADL scores before and after treatment between the two groups(xt s)

Groups n Time NIHSS(points) ADL(points)
Before treatment 23.70% 3.69 41.88 6.59
Control group 83
After treatment 10.08+ 1.404 56.03+ 7.144
Before treatment 22.64+ 3.11 4371+ 5.47
Research group 67
After treatment 7.42+ 0.964% 61.27+ 9.034%

Note: Compared with the control group, “P<0.05; Compared with the same group before treatment, 4P<0.05.
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Table 5 Comparison of the incidence of adverse reactions between the two groups [case (%)]

Gastrointestinal Total adverse reaction
Groups N Urinary bleeding Gingival bleeding
bleeding rate
Control group 83 2(2.40) 1(1.20) 3(3.61) 6(7.22)
Research group 67 3(4.47) 2(2.98) 4(5.97) 9(13.43)
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